Having studied muscular diseases for the past 15 years at the Neurologic Clinic of the Medical School of the University of São Paulo, we started a "study group", composed of neurologist, electromyographists, pathologists, geneticists and biochemists, and created an out-patient clinic specially for the treatment of these patients. Reviewing the studied cases we found a total number of 466 patients (Table 1) . However, the cases of myatenia were not studied in depth, since this was done by Prof. José Lamartine de Assis.
this stage of events -and due to the daily progress made chiefly through histochemical and electronic microscopic studies -there is much confusion on the subject (King Engel, 1971) 3 .
We have also left out of this review the cases of periodical paralysis and those of myopathies of endocrin origin, since these cases are referred to other specialists.
On the other hand, it was impossible to arrive at a precise diagnosis in a large number of the patients because, at the time when they were examined, we did not have the equipment needed for some of the tests which are considered essential in the diagnosis and also because many of the patients did not return for other consultations.
The criterion used in the diagnosis was clinic, genetic, electromyographic, biochemical (CPK, GOT, GPT, LDH), histopathological and electrocardio graphic. In comparing the numbers of table 2 we can see that for those cases not tioughly studied the diagnosis is highly probable. This is also verified in relation to our study of several forms of PMD (Table 3) , where we find 179 confirmed and 83 probable diagnosis with a total of 262 cases, the former being thus distributed: 111 cases of Duchenne (62%); 18 cases of Becker (10%); 39 cases of limb girdle (21%); 8 cases of facioscapulohumeral (4%); 2 cases of congenital (1%); and 1 case of oculopharingeal (0,5%).
CASUISTIC
In the cases with a confirmed diagnosis of PMD nothing important was shown in the enzymatic activity, but the fact that the CPK was increased in all the cases; this was not the case with the GOT, GPT and LDH. The electrocardiographic studies (Table 4) , however, showed very interesting results, since a ventricular overload was found in 30 out of 33 cases of Duchenne (90%) and also because in only one of these cases the test resulted normal (3%). A ventricular overload was found in 4 of the 7 cases of Becker (57%), whereas in the other forms the tests usually resulted normal. Electrencephalography resulted normal in 28 out of the 31 cases studied (90%).
As to the familial character part, it was present in 60 out of the ill cases of Duchenne; in 15 of the 18 cases of Becker; in 18 of the 39 cases of limb girdle; in 6 of the 8 cases of fascioscapulohumeral; in the one case of oculopharingeal; and in none of the congenital cases.
Among the cases of Duchenne, six patients were of female sex; and of these six cases, in three there were manifestations of this disorder in heterozygous pa tients (two mothers and one sister, carriers of the gene) and this could be explained by Lyon's theory.
The other three seem to be Duchenne cases with an autossomic character.
Electromyography results were compatible with PMD in all of the confirmed cases; as for the muscle biopsy, the results were compatible with PMD in 62 out of 64 cases of Duchenne (96%); in all the cases of limb girdle, fascioscapulohumeral, congenital and oculopharingeal (100%).
In the cases of polymyositis the muscle biopsy results were compatible with this disorder in 14 cases out of 19 (83%); in three of them the biopsy was typical of PMD and in two cases it was normal. As for the electromyography, the results suggested polymyositis in half of the cases; the other half were typical of PMD. 
